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ABSTRACT Objective: To investigate the clinical significance and molecular mechanism of miRNA-145 in renal cell carcinoma
(RCC). Methods: Quantitative real time PCR was used to examine and compare the miRNA-145 expression in 16 cases of RCC and adja-
cent normal renal tissues, and further in RCC cell lines 786-O, 769P and normal HK2 cell lines. The correlation of miRNA-145 expres-
sion with clinicopathological charateristics and clinical grading were analyzed. After being transfected with the miRNA-145 mimics, the
expression levels of multiple oncogenes (bcl-2, €213, cdk6, cendl) in RCC cell lines 786-0O, 769P and normal HK2 cell line were exam-
ined by QRT-PCR. Results: The miRNA-145 expression was downregulated in RCC tissue in comparison with that in the normal renal
tissue (P<0.05), which was negatively correlated with the diameter, pathological nuclear grading and clinical grading of RCC(P<0.05).
The miRNA-145 expression was significantly lower in RCC cell lines 786-O, 769P than that in the normal HK2 cell line (P<0.05). The
overexpression of miRNA-145 in 786-O, 769P cells significantly decreased the mRNA expression of multiple oncogenes (bcl-2, €213,
cdk6, cendl) (P<0.05). Conclusion: MiRNA-145 was downregulated in RCC, and may play an important role in the renal carcinogenesis
through regulating multiple oncogenes.
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Table 1 Correlation of miRNA-145 expression with the pathological characteristics and clinical grading of patients with renal cell carcinoma

Relative expression of miR-145

Clinical characteristics case
up down P
Age <0.05
< 60 9 1 8
= 60 7 2 5
Sex
female 3 0 3
male 13 3 10
Diameter <0.05
<4cm 5 3 2
>4cm 11 0 11
Nuclear grade <0.05
1 0 0
2 13 0 13
3 3 2 1
Stage of TNM <0.05
[ 15 15 0
I 1 1 0
m 0 0 0
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Fig.1 The relative expression of miRNA-145 in renal cell carcinoma and normal renal tissue
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Fig.2 The relative expression of miRNA-145 in renal cell carcinoma cell

and normal renal cells(¥*P<0.05)
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Fig.3 The expression levels of oncogenes after transfection of miRNA-145 mimics(*¥*P<0.05) (A: the mRNA expression of multiple oncogenes in 769P ;

B: the mRNA expression of multiple oncogenes in 786-O)
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